390   Blood vessels and lymphatics

veins with multiple intercommunications. The com-     cases are probably the result of birth injury. Sim-

monest site is the scalp, and it may cause pressure     ilarly a carotid-cavernous sinus aneurysni resulting

atrophy of the underlying bone. The condition is     from fracture of the skull base gives rise to great

sometimes congenital, but more often the result of a
blow on the head; some of the allegedly congenital

engorgement of the orbital veins and oedema of the
orbit and conjunctiva.

Diseases of Veins

Compensatory enlargement of the veins takes
place, as in the arterial system, when there is a
sustained increase in blood flow, as in the uter-
ine veins during pregnancy and in the collateral
veins following obstruction of a major vein. As
in the case of arteries, dilatation is followed by
hypertrophy of the various elements in the wall
of the vessels. Veins are, of course, not exposed
to the marked variations of blood pressure
which occur in arteries, but when they are sub-
ject to persistent over-distension, compensatory
changes occur in their walls. There is little or
no hyperplasia of the muscle, but the elastic
tissue increases greatly and then undergoes de-
generation; the fibrous tissue also increases and
becomes hyaline (Fig. 14.40). Localised patches
of thickening in the intima of veins are quite
common and probably result from organisation
of thrombus.

Acute thrombophlebitis

A distinction is sometimes made between
thrombophlebitis, by which is meant a primary
inflammatory condition of the vein, with secon-
dary thrombosis, and phlebothrombosis (p.
239), in which a bland thrombosis of the vein
occurs with, at most, mild preceding in-
flammatory change. In many instances the dis-
tinction is more theoretical than practical be-
cause the presence of thrombus in the lumen of
the vein sets up reactive changes so that differ-
entiation between mild thrombophlebitis and
phlebothrombosis may no longer be possible.
In thromboangiitis obliterans, however, veins
are often affected and exhibit the same rather
characteristic florid inflammatory lesions seen
in arteries in this condition (Fig. 14.26, p. 379).
The available evidence suggests that the in-
flammation is primary and the thrombosis a
consequence of it.
Multiple venous thrombosis also occurs in

thrombophlebitis migrans but without arterial
involvement: it usually affects superficial veins,
but sometimes also deeper ones, in any part of

Fig. 14.40 Longitudinal section of the wall of a
saphenous vein used to replace a length of an ather-
omatous coronary artery two years before death.
The lumen is at the top and the dark fibres at the
bottom are dense collagen fibres of the adventitia.
The muscle coat of the media has undergone
atrophy; the residual fibres are seen as an ill-
defined dark layer near the periphery of the wall,
Above this, the relatively acellular layer represents
fibrosed and thickened media and the more cellulai
(inner) layer consists of greatly thickened intim*
which contains elastic fibres, collagen and larg<
spindle cells, x 120.